Letters later the patient was symptomless; CT and cerebral angiography were normal with complete resolution of the SSS and cortical veins thrombosis.
. The tumour enclosed the spinal cord from the cervical level to the cauda equina. Small tumour nodules were present in the lateral ventricles. Whole brainsections were made and the brainstem and spinal cord were studied at regular intervals. Microscopically, the tumour consisted of spindleshaped astrocytes, positive for GFAP. Small foci of vascular proliferation and necrosis were also present. Mitotic figures were manifold and some tumour giant cells were found. These findings were compatible with a diagnosis of astrocytoma grade IV. There was only a superficial infiltration in the spinal cord and the tumour did not infiltrate in the cerebral cortex.
Our patient's initial clinical picture (that is, dysphasia and hemi-inattention) and CSF findings suggested meningo-encephalitis. A meningeal syndrome, consisting of fever. nuchal rigidity and CSF pleocytosis has been reported in patients with intracranial glioblastoma multiforme.4
The meningeal irritation is attributed to chemical inflammation resulting from the release of lipid-containing necrotic tissue into the CSF or to an immunological cellular response of the CSF to tumour cells. Cytological examination of CSF is negative in about one-third of the patients reported with meningeal gliomatosis.5 In our patient only a few tumour cells were observed after repeated lumbar puncture. GFAP-staining was not performed and might have indicated its glial origins.5 The correct diagnosis of cerebral leptomeningeal gliomatosis was only established after brain biopsy. Since neither the cortex nor the arteries supplying the left hemisphere were invaded by tumour. Letters we do not have a satisfactory explanation for our patient's left cerebral hemisphere dysfunction. In the final stage of the disease, the clinical picture was dominated by radicular pain in the legs and flaccid paraparesis, also indicating spinal subarachnoid seeding. Postmortem examination not only confirmed this, but also disclosed that the primary tumour was located in the pons. The incidence of leptomeningeal dissemination of brainstem gliomas is difficult to determine since only few series of patients have been described.34 Moreover, the diagnosis is often made by postmortem examination. However, Packer et al were able to diagnose meningeal gliomatosis antemortem in five of 15 brainstem glioma patients (33%). ' All previously reported patients were found to have extensive spinal subarachnoid seeding. To the best of our knowledge, there have been no well-documented reports on brainstem gliomas spreading to the supratentorial meninges. 
